components in the polar lipophilic subfractions. Due to a lack of diet control, these results are ambiguous.
In a second assay of urine for bacterial mutagenicity, 8 male nonsmokers (25 and 35 years of age) were placed in a poorly ventilated room (10 m3) with 10 smokers for an 8-hour period (Bos et al., 1983). The 12-hour urine samples of the nonsmokers were collected before, during, and after exposure to ETS. Metabol-ically activated concentrates of the urine samples were analyzed for mutagenic activity in the tester strain, TA 1538. Urine samples collected directly after exposure to ETS were significantly more mutagenic (relative activity: 3.9 ± 1.0) than urine samples of the same nonsmokers prior to (3.1 ± 0.7) or long after ETS exposure (2.5 ± 0.5).
In the third study, six women who were medical students were exposed to ETS in a 10-m3 exposure chamber on 2 consecutive days for one 3-hour session in the mornings and a 2-hour session in the afternoons. During these sessions, three of the women smoked a total of 30 cigarettes per day of a low-yield filter-tipped brand (5.4 mg tar, 0.4 nicotine, 4.6 mg CO); the other three women did not smoke. After 3 days without exposure and without cigarette smoking by any of the women, the exposure was repeated with reversal of the roles, so that those who had previously been non-smokers now were smokers, and vice versa. The CO concentration in the chamber averaged 3.0 ± 0.9 ppm. The uptake of smoke was assessed by determination of COHb, cotinine, and thiocyanate in the plasma. Urine samples were collected at the end of the daily smoking periods. Urine was concentrated according to Yamasaki and Ames (1977) and tested for mutagenicity with tested strain TB98 using rat liver homogenate for metabolic activation (Sorsa et al., 1985). As is evident from the data in Table 8-4, COHb values for nonsmokers and passive smokers were indistinguishable, while there was a trend for higher plasma cotinine values in the passive smokers. The authors observed an increase in the mutagenicity of the urine of passive smokers during the period of study. The differences observed were not significant.
On the basis of presently available data, it is likely that the exposure of nonsmokers to heavy ETS increases the potential for metabolically activated genotoxic activity of their urine above and beyond the mutagenic activity that is observed in urine of the same nonsmokers before and long after exposure to ETS. However, before validating the Ames bacterial assay for mutagenicity as anouse. Regional stribution and lung clearance mechanisms in smokers and non-smokers, .. 183-191. In E.H. Walton, Ed. Inhaled Particles, Part III. Surrey, igland: Unwin Brothers Ltd., 1971.hamber:    Theoretical. HRAE 9(5):55-8, 1963.7, 1986. APCA No. 86-38.3, 1986.
